INTRODUCTION
The mechanism by which acute glomerulonephritis develops is unknown, but there is general agreement that an infection initiates the process. This infection commonly occurs in the upper respiratory tract but classical instances of acute glomerulonephritis have followed infections of the skin, subcutaneous tissues, lungs and peritoneal cavity. An antecedent hemolytic streptococcal pharyngitis has not been excluded in all these instances. Clinical, bacteriological and immunological evidence indicates that the hemolytic streptococcus is the precipitating agent in the great majority of the infections that precede acute glomerulonephritis (1) (2) (3) (4) (5) (6) (7) . It should be noted, however, that acute glomerulonephritis has followed pneumococcic pneumonia (8) , subacute bacterial endocarditis (9) , and gastrointestinal infections due to various enteric organisms (1) .
Recently Rammelkamp, Weaver, and Dingle (10) presented evidence indicating that the attack rate of acute glomerulonephritis following Group A hemolytic streptococcus infections varied considerably. In contrast, the incidence of acute rheumatic fever following such infections appeared to be relatively constant. Rammelkamp (Figure 2 ). The day of onset of the nephritis is taken as the initial appearance of edema, proteinuria, hematuria, or encephalopathy or any combination of these classical signs. Healing of the nephritis was dated from the time when the urine became consistently normal.
It will be seen from Figure 2 that the organisms were isolated from four days to six months after the presumed onset of the nephritis. Since the onset of the renal disease occurred two to three weeks after the initiating infection, the patients were not available for cultures until long after their pharyngitis. The geal cultures obtained at this time is difficult to evaluate. In studies of the relationship between the types of hemolytic streptococci in early scarlet fever and organisms isolated during later complications (17) , it was determined that cultures obtained within the first two weeks showed new types of hemolytic streptococci in at most 20 per cent of instances. After two weeks the likelihood for pharyngeal contamination with new types was increased many times. Howe-ver, Rammelkamp (18) has stated that in his hands there is at most a 6 per cent contamination of the pharynx with new types in the first two weeks of nephritis. The data in Figure 2 show that 19 of the cultures were obtained within two weeks of the onset of the nephritis. Ten or one-half of the total were Type 12, a figure which is similar to that for the entire series. A comparison of the nephritic patients in whom Type 12 hemolytic streptococci were isolated with those from whom other types were obtained, reveals no significant difference in either final outcome, presence of suppurative complications, or antistreptolysin "O" response. However, the possibility exists that a preexisting Type 12 organism may have been present in the so-called non-Type 12 group. COMMENT Seegal and Earle (19) called attention to certain biological differences between glomerulonephritis and rheumatic fever. They noted that: 1) glomerulonephritis had a uniform geographical distribution throughout North America while rheumatic fever was more frequent in the northern than in the southern latitudes; 2) glomerulonephritis was more common in males than in females, whereas rheumatic fever was equally distributed between the sexes; 3) in two-thirds of the cases of acute glomerulonephritis there was a "deep" hemolytic streptococcus infection, whereas rheumatic fever was usually preceded by a superficial pharyngitis; 4) relapse was a rarity following the healing of acute glomerulonephritis. In contrast recurrence of rheumatic fever was to be anticipated; 5) in acute exacerbation of chronic nephritis there was a shortened latent period between infection and relapse of the disease. In rheumatic fever the latent period remained constant in each exacerbation. Subsequently, Earle, Seegal, Lyttle, Loeb, and Jost (20) showed that in contrast to rheumatic fever the exacerbation in seven of eight cases of nephritis was fully developed before the antistreptolysin titer increased. Recently Fischel and Gajdusek (21) observed a serological difference between nephritis and rheumatic fever. They have shown that complement is sharply reduced in the former but is normal or elevated in rheumatic fever. Rammelkamp, Weaver, and Dingle have emphasized another biological difference between the two diseases, namely variation in the attack rate following Group A hemolytic streptococcus infections. The attack rate for glomerulonephritis varies in different outbreaks of hemolytic streptococcic infections, whereas there is a relatively constant incidence (3 per cent) of rheumatic fever after invasion by the hemolytic streptococcus. These workers have presented data which suggest that the variation in incidence of acute glomerulonephritis may be due to outbreaks of infection due to certain nephritogenic strains of hemolytic streptococi. Type 12 seems to be the prime offender. Our data confirm the observation of Rammelkamp, Weaver, and Dingle (10) 3. A variety of different types of Group A hemolytic streptococci were isolated from the remaining 19 patients. 4 . The data presented are in accord with the observations of Rammelkamp, Weaver, and Dingle that Type 12 hemolytic streptococcic infections are frequently followed by attacks of acute glomerulonephritis.
5. Certain of the biological differences between acute glomerulonephritis and rheumatic fever are discussed.
